EDITOR,-Norrie disease (ND) is a genetic disorder causing bilateral blindness in early infancy. The Letters reached as most of the mutations reported to date have only been found in one family. Although ND is believed to be rare, it is likely that many cases remain undiagnosed. The predominant ocular feature of NDretrolental mass -is not necessarily pathognomonic, and it is clinically difficult to exclude other diseases of undefined aetiology, particularly in sporadic and non-syndromic cases. The ongoing molecular assessment of the ND gene will enable us to make definitive diagnoses in cases in which mutations are detected and will also provide useful information for genetic counselling. From the molecular studies to date, we are aware of the marked heterogeneity of pathogenic mutations in the ND gene and, hence, direct sequencing of the gene has to be performed to test for unknown mutations.
Choroidal ischaemic plaques in sarcoidosis
EDIToR,-Sarcoidosis is a multisystem granulomatous disorder of unknown aetiology. It may present with a variety of ocular inflammatory signs, including anterior or posterior uveitis, vitritis, periphlebitis, and chorioretinitis; choroidal lesions may manifest as hypo-or hyperpigmentation.1
We present a patient manifesting multiple placoid choroidal lesions with a previous history of sarcoidosis.
CASE REPORT
A 45-year-old white man presented in July 1994 with a severe bilateral acute anterior uveitis with raised intraocular pressure in the left eye. He also had bilateral punctate epithelial erosions and band keratopathy of his left cornea. Fundal examination revealed multiple placoid areas of choroidal pallor widespread throughout both fundi, but concentrated around the posterior poles (Fig 1) .
Past medical history included pulmonary consolidation in 1989 at which point bronchial biopsy revealed non-caseating granulomata. He had had an episode of left herpes zoster ophthalmicus with corneal involvement in 1991. In April 1994 he presented with a recurring, itchy skin rash of oedematous papules on the shoulders, back, chest, and proximal limbs; biopsy again revealed noncaseating granulomata.
He was admitted for investigation and his uveitis treated with topical steroids, central visual acuity returning to normal as this subsided. Intravenous fundal angiography was performed with fluorescein (IVF) and indocyanine green (ICG); IVF showed no early masking (Fig 2A) but areas of late staining hyperfluorescence corresponding to the placoid lesions (Fig 2B) and ICG revealed a marked, sustained hypofluorescence in the same areas (Fig 3) .
Routine blood testing revealed a marked hypercalcaemia (corrected calcium mmol/l) and renal impairment (urea 19-2 mmol/l, creatinine 334 umol/l). He was also noted to have a benign paraproteinaemia (IgG type kappa 7 g/l). He was treated with intravenous hydration, diuretics, and corticosteroids and improved rapidly. The appearance demonstrated in our patient is more reminiscent of acute posterior multifocal placoid pigment epitheliopathy, and indeed this has been linked with areas of
